Sano et al 1 investigated the relation between lesion morphology as seen under preintervention intravascular ultrasound and C-reactive protein (CRP) in the acute phase of acute myocardial infarction (AMI). They found that elevated CRP concentrations may be related to the presence of ruptured plaque and concluded that in the setting of AMI, elevated CRP levels may reflect the inflammatory activity of a ruptured plaque.
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We thank Dr Auer and colleagues for their comments concerning our manuscript. 1 We, too, considered the time from the onset of acute myocardial infarction to blood sampling as an important point for clarifying the relationship between lesion morphology and C-reactive protein (CRP).
Dr Auer and his colleagues measured CRP concentrations 4 times (at 0, 12, 24, and 72 hours) in acute coronary syndrome subjects and reported that CRP increased after a period of 12 hours compared with baseline 2 ; on the basis of these results, they argue that ischemia-reperfusion also generates CRP.
As we mention in our manuscript, CRP is mainly synthesized and secreted by hepatocytes 6 hours after an acute stimulus. 3 In this study, to exclude the promotive effect of myocardial necrosis on CRP generation, we carefully included acute myocardial infarction patients who were "within 6 hours" of the onset of symptoms. Similarly, even if ischemia-reperfusion did stimulate production of CRP, it would have played a small part in elevated CRP at the time of admission, because it requires Ͼ6 hours for hepatocytes to synthesize and secrete CRP. Furthermore, all of our patients presented with ST-segment elevation-type myocardial infarction. Therefore, both elevated CRP patients and normal CRP patients had some ischemia, and possibly ischemiareperfusion, at least at admission.
